Amyloidosis   III

rubbery consistency and a slightly translucent,
waxy appearance. The major features of in-
volvement of the individual organs are as fol-
lows.

Amyloid produces effects by pressure on
adjacent cells and by interfering with the
normal transfer of water and solutes across the
walls of affected small blood vessels.

The liver is firm and elastic and may be palp-
able during life. Amyloid appears to be de-
posited first in the space of Disse (between the
sinusoidal endothelium and the hepatocytes)
and as it increases forms a continuous network
between the sinusoids and columns of liver
cells. The change usually begins in the sinusoids
of the intermediate zones of the lobules: it may
become very extensive and produce marked
atrophy of the liver cells (Fig. 10.4). Even at an
advanced stage, liver function is not usually
severely impaired.

Fig. 10.4 Amyloidosis of the liver. The pale homo-
geneous amyloid substance extends around the walls
of the sinusoids, enclosing the columns of liver cells,
which are undergoing atrophy. The zone around the
central vein (top right) is least affected, x 115.

Fig. 10.5   Amyloid spleen of *sago' type, i.e. affect-
ing the Malpighian bodies.

The spleen shows two distinct patterns of
involvement. In one the Malpighian bodies are
changed to translucent globules by amyloid
deposition in their reticulum (Fig. 10.5); hence
the term 'sago spleen'. In this form splenome-
galy is not marked. In the diffuse form, the
change affects reticulum of the red pulp, walls
of venous sinuses, and many of the small
arteries; the spleen may be palpable and weigh
up to 1 kg. The explanation of the two dis-
tributions is not known.

Amyloidosis of the kidneys is particularly
important because of its effect on renal func-
tion. Deposition occurs upon the basement
membranes of the tubules and in the walls of
arterioles (Fig. 10.3) and venules, but the most
important site is in relation to the glomerular
capillary basement membrane (Figs. 10.2, 22.49
and 22.50, p. 842): amyloid is deposited in-
itially on the endothelial side of the basement
membrane, but extends through it to accumul-
ate also on the epithelial side. The glomerular
capillaries are rendered abnormally permeable
to macromolecules, with consequent heavy pro-
teinuria and nephrotic syndrome (p. 256).

Eventually many of the glomerular capil-